one of the authors regrets that she inadvertently omitted references to the computer program and protein potential function that the authors used for their simulations of barnase cited above. The following sentence should have been the first sentence of the Methods section: Molecular dynamics simulations were performed with the program ENCAD (44) and the potential energy function of Levitt et al. (45).
Cell Biology. In the article ''Identification of a family of low-affinity insulin-like growth factor binding proteins (IGFBPs): Characterization of connective tissue growth factor as a member of the IGFBP superfamily'' by Ho-Seong Kim, Srinivasa R. Nagalla, Youngman Oh, Elizabeth Wilson, Charles T. Roberts, Jr., and Ron G. Rosenfeld, which appeared in number 24, November 25, 1997, of Proc. Natl. Acad. Sci. USA (94, (12981) (12982) (12983) (12984) (12985) (12986) , the authors request that the following corrections be noted. In Fig. 8 , the units on the scale should indicate the number of substitution events, rather than ''million years.'' The lengths of the branches represent the relative distance between the sequences of mammalian IGFBPs compared in this figure. In the Discussion, the statement ''The dendogram depicted in Fig. 8 indicates that, based upon structural similarities, all ten members of the superfamily can be traced back to an ancestor gene 60 million years ago'' should read: ''The dendogram depicted in Fig. 8 indicates that all ten members of the superfamily share a common ancestral gene based upon their sequence similarities.'' Neurobiology. In the article ''Hair cell-specific splicing of mRNA for the ␣ 1D subunit of voltage-gated Ca 2ϩ channels in the chicken's cochlea'' by Richard Kollmar, John Fak, Lisa G. Montgomery, and A. J. Hudspeth, which appeared in number 26, December 23, 1997, of Proc. Natl. Acad. Sci. USA (94, 14889-14893), the authors wish to note that the quality of reproduction of Fig. 1 was below standard. In all three panels, the middle parts were affected. Specifically, the reverse (whiteon-black) type denoting exons 9a, 22a, and 30a was illegible; parts of the arrows that represented primers such as F 9 were missing; and the outlines of several of the boxes that depicted exons such as 9, 10, and 20 were defective. The figure and its legend are reproduced below.
Immunology. In the article ''Parasite-mediated nuclear factor B regulation in lymphoproliferation caused by Theileria parva infection'' by Guy H. Palmer, Joel Machado, Jr., Paula Fernandez, Volker Heussler, Therese Perinat, and Dirk A. E. Dobbelaere, which appeared in number 23, November 11, 1997, of Proc. Natl. Acad. Sci. USA (94, (12527) (12528) (12529) (12530) (12531) (12532) , the following correction should be noted. The concentration of N-acetylcysteine used in the experiments was 30 mM, not 25 g/ml as erroneously reported on page 12528, lines 14 and 15 of the paragraph entitled ''Cell Lines and Cultures'' in the Materials and Methods section.
FIG. 1. Alternative splicing of the ␣1D mRNA in the basilar papilla and the brain. (A) Southern blot of PCR products amplified with primers flanking the insert in the I-II loop (exon 9a). Marker sizes in base pairs are indicated on the left. The diagram below of the putative genomic structure (not drawn to scale) depicts exons as rectangles, introns as horizontal lines, and PCR primers as arrows. To amplify all isoforms together, we used primers F9 and R14. To amplify rare isoforms without interference from more abundant ones, we used exon-specific primers: primer F9a binds across the splice junction of exons 9 and 9a, and primer F10 binds across that of exons 9 and 10. The table at the bottom lists product size and occurrence for each splice variant and primer pair. ϩϩ, abundant; ϩ, detectable; (ϩ), barely so; Ϫ, not detectable. (B) Same as A, but for the alternative IIIS2 segment (exon 22a). Note the abundance in the basilar papilla of mRNAs with exons for both IIIS2 segments. (C) Same as A, but for the insert in the IVS2-3 loop (exon 30a). Primer F30a binds across the splice junction of exons 30 and 30a, primer F31 binds across that of exons 30 and 31, and primer F31a binds across that of exons 30 and 31a. For the basilar papilla, the lengths of even the minor products were consistent only with splice isoforms containing exon 30a; for the brain, they were consistent only with isoforms lacking exon 30a. Note the abundance in the brain of mRNAs with exons for both IVS3 segments.
The cellular uptake of lipoprotein lipids is an essential process in the regulation of plasma cholesterol levels and the delivery of cholesterol to a variety of cell types. In humans, the primary pathway for cellular cholesterol uptake involves the low density lipoprotein (LDL) receptor (1, 2) and other members of the LDL receptor family (3). These receptors function via endocytic uptake and lysosomal degradation of lipoprotein particles to release cholesterol and other lipids to the cell (1, 2) . An alternate process, occurring primarily with high density lipoprotein (HDL), is the selective uptake pathway in which HDL cholesteryl ester (CE) is taken into the cell without the uptake and lysosomal degradation of the HDL particle (4-9). The selective uptake pathway is active in a variety of human and other mammalian cell types (4, (10) (11) (12) (13) (14) (15) , but is particularly active in steroidogenic tissues of rats and mice (5, 8, 9) . Adrenal and ovarian cells derive the majority of their precursor cholesterol for steroid synthesis and for CE storage from this route of HDL processing (7, (16) (17) (18) (19) (20) (21) . Although the biochemical mechanism of selective uptake is unclear, the recent discovery that both the murine and human scavenger receptor class B, type I (mSR-BI and hSR-BI) can mediate the selective uptake of HDL CE in transfected cells suggests that SR-BI may be responsible for this activity in steroidogenic cells (22) (23) (24) . SR-BI is expressed in vivo in those tissues and cell types that exhibit high rates of HDL CE-selective uptake, namely the liver and steroidogenic cells (22, (24) (25) (26) (27) . In addition, in vivo studies in mice and rats show that SR-BI regulation by tropic hormones in the ovary, adrenal gland, and testicular Leydig cells is consistent with this receptor playing a key role in the delivery of HDL CE (26, 27) . In this study, the function of SR-BI in steroidogenic cells was tested directly with antibody raised against a portion of the extracellular domain of the protein. The results establish that SR-BI serves as the major route for the selective uptake of HDL CE and for the delivery of HDL cholesterol to the steroidogenic pathway in cultured adrenal cells.
MATERIALS AND METHODS
Preparation of Antibodies to mSR-BI. Rabbit polyclonal antibodies were raised to a glutathione-S transferase (GST) fusion protein containing mSR-BI amino acid residues 174-356. This corresponds to approximately 45% of the putative extracellular domain (amino acid residues 33-439) of the receptor. For this purpose, oligonucleotides (sense XmaI primer, 5Ј-GATGGCCCGGGCCGCACAGTTGGTGAGA-TCC-3Ј and antisense XhoI primer, 5-ЈGGATAGCCCTC-GAGTTCTGACAACACAGGGTCGGC-3Ј) were used to PCR amplify bases 520-1,068 from the ORF of mSR-BI under the following conditions: 2.5 mM MgCl 2 , 0.01% gelatin, 62.5 M dNTPs, 0.5 M sense XmaI primer, 0.5 M antisense XhoI primer, 20 ng pcDNA3-mSR-BI, 1ϫ PCR reaction buffer, and 1 unit Taq DNA polymerase (Boehringer Mannheim). PCR reactions were carried out with a 1 cycle denaturation program (95°C for 5 min), a 35 cycle amplification program (95°C for 45 sec, 58°C for 45 sec, and 72°C for 60 sec), and a 1 cycle extension program (72°C for 7 min). The PCR product and pGEX-4T-1 (Pharmacia) were cut with XhoI and XmaI (New England Biolabs), gel purified, and ligated overnight. Ligation products were transformed into Max efficiency DH5␣ competent cells (GIBCO/BRL) and selected on Luria broth plates containing 100 g/ml ampicillin. The desired plasmid, pGEX-4T-1-mSR-BI EC, was identified by restriction enzyme mapping, and the entire mSR-BI coding region and cloning junctions were sequenced.
For purification of the fusion protein, pGEX-4T-1-mSR-BI EC was transformed into TG-1 cells, and GST-mSR-BI EC fusion protein was isolated by a modified version of the protocol of Smith and Johnson (28, 29) . Following induction with isopropylthiogalactoside, cells were lysed by sonication in 10 mM Tris⅐HCl (pH 7.4), 100 mM NaCl, 1 mM MgCl 2 , 5 mM DTT, 10 g/ml aprotinin, 1 g/ml leupeptin, 1 g/ml pepstatin, and 0.2 mM phenylmethylsulfonyl fluoride. The lysate was centrifuged for 10 min at 10,000 ϫ g, and the pellet containing the fusion protein was washed twice by resuspension in 0.2 M The publication costs of this article were defrayed in part by page charge payment. This article must therefore be hereby marked ''advertisement'' in accordance with 18 U.S.C. §1734 solely to indicate this fact.
Tris⅐HCl (pH 8), 0.5 M NaCl, 5 mM DTT (TN buffer), followed by centrifugation as above. The pellet was extracted with 8 M urea/5 mM DTT for 1-3 hr at 4°C, dialyzed against TN buffer, cleared by centrifugation, and incubated with glutathione agarose (Sigma) for 1-2 hr at 4°C. The glutathione agarose was washed with TN buffer, and the fusion protein was eluted in TN buffer containing 20 mM glutathione. Two male New Zealand White rabbits (Rb355 and Rb356) were immunized with 300 g of fusion protein in Freund's complete adjuvant and boosted with 150 g of fusion protein in incomplete Freund's adjuvant at weeks 2, 3, and 7. Thereafter, rabbits were boosted three times at monthly intervals with an SDS/10% polyacrylamide gel slice containing 250 g of the SR-BI fragment that had been cleaved from the fusion protein by thrombin digestion. Ten days after the last boost, rabbits were exsanguinated, and IgG was prepared by chromatography on protein A-agarose (Bio-Rad) (30) . Control or nonimmune IgG was prepared from two rabbits that had not been immunized. Prior to incubation with cells, IgG was dialyzed against 25 mM ammonium bicarbonate (pH 7.4), lyophilized, reconstituted in F10 serum-free medium, and cleared by centrifugation. Protein concentration was determined according to Lowry et al. (31) .
Characterization of Rb355 and Rb356 mSR-BI EC IgG by Western Blotting. Postnuclear supernatant was isolated from ldlA[mSR-BI] and Y1-BS1 cells as described (22, 27) , except that lysis buffer also contained 10 g/ml aprotinin, 1 g/ml leupeptin, 1 g/ml pepstatin, and 0.2 mM phenylmethylsulfonyl fluoride. Proteins (20 g) were resolved on an SDS/8% PAGE gel, transferred to a nitrocellulose membrane, and probed with IgG as described (27 (17, 18) , ranged from 3-5 dpm/ng protein. The specific activity of [ 3 H]rHDL, prepared as described (21) was 60 dpm/ng protein.
Determination of HDL Cell Association, Selective CE Uptake, and Apolipoprotein Degradation. Y1-BS1 murine adrenocortical cells (32) were maintained and experiments were performed in a 37°C humidified 95% air/5% CO 2 incubator as described (27) . For all experiments, 6-well plates (Costar), which had been treated with 100 g/ml poly D-lysine (Becton Dickinson), were seeded with Y1-BS1 cells at a density of 1.5 ϫ 10 6 cells per well. After 48 hr, medium was removed and replaced with 1.5 ml Ham's F-10 complete medium plus or minus 100 nM Cortrosyn (Organon), a synthetic 1-24 adrenocorticotropic hormone (ACTH) analogue. After 24 hr, medium was replaced with serum-free Ham's F-10 medium lacking ACTH and containing no additions or 6 mg/ml IgG consisting of varying proportions of nonimmune IgG and anti-mSR-BI IgG. After a 1-hr preincubation, [ 125 I, 3 H]hHDL 3 was added at 10 g protein/ml (except where indicated), and the incubation was continued for 2 or 4 hr. Cells were washed three times with 0.1% BSA in PBS (pH 7.4), one time with PBS (pH 7.4), lysed with 1.25 ml 0.1 N NaOH, and passed five times through a 28.5-gauge needle. The lysate was then processed to determine trichloroacetic acid soluble and insoluble 125 I radioactivity and organic solvent-extractable 3 H radioactivity as described (17, 18) . Trichloroacetic acid insoluble 125 I radioactivity represents cell-associated HDL apolipoprotein, which is the sum of cell surface bound apolipoprotein and endocytosed apolipoprotein that is not yet degraded. Trichloroacetic acid soluble 125 I radioactivity represents endocytosed and degraded apolipoprotein that is trapped in lysosomes due to the dilactitol tyramine label (18, 33) . The sum of the 125 I-degraded and 125 I cell-associated undegraded apolipoprotein expressed as CE equivalents was subtracted from the CE measured as extractable 3 H radioactivity to give the selective uptake of HDL CE (17, 18) . Values for these parameters are expressed as nanograms of HDL cholesterol/mg cell protein. The HDL concentration dependence for each of these parameters was modeled by a simple binding isotherm composed of a high-affinity saturable process and a low-affinity nonsaturable process:
where P total is the measured parameter, [P max ] is the highaffinity parameter at saturating levels of HDL, K HA is the apparent high-affinity K m , and C is the slope of the low-affinity nonsaturable process. For each parameter, P total was resolved into high-and low-affinity components by determining C and subtracting C (22) were plated at a density of 1.5 ϫ 10 4 per well in 24-well plates in 1 ml Ham's F-12 complete media (5% heat-inactivated fetal bovine serum/2 mM L-glutamine/50 units/ml penicillin/50 g/ml streptomyocin, either with or without 0.5 mg/ml G418, respectively). After an overnight incubation at 37°C in a humidified 95% air/5% CO 2 incubator, the medium was replaced with 1 ml of DMEM/F-12 serum-free medium (2 mM L-glutamine/50 units/ml penicillin/50 g/ml streptomyocin). After 24 hr, the medium was removed, and the cells were washed with 0.5 ml DMEM/F-12 serum-free medium. Each well-received 0.2 ml of DMEM/F-12 serum-free media supplemented with or without 6 mg/ml IgG. After a 2-hr incubation at 37°C, DiI-labeled HDL (22) was added to 10 g protein/ml with or without unlabeled HDL at 400 g protein/ml, and the incubation was continued for 2 hr at 37°C. After washing two times with PBS, cells were removed by trypsin treatment for 3 min followed by quenching with new-born-calf lipoprotein-deficient serum. Fluorescence intensities were measured on a Becton Dickinson FACStar Plus flow cytometer. DiI was excited with 100 mW of 514 nm light from a Coherent Innova 90-5 argon ion laser. Emitted light was collected using a 575 DF/26 filter. Note that for this experiment (using ldlA[mSR-BI] cells) the ratios of the amounts of antibody per cell were much higher than for those for experiments carried out with Y1-BS1 cells (described above). These differences appear to account for differences in apparent K I values measured for antibody inhibition for the two cell types (see below).
RESULTS AND DISCUSSION
Characterization of Anti-mSR-BI Antibody. Previous studies have shown that SR-BI is regulated by ACTH in the murine adrenal gland in vivo (27) and in murine Y1 (35) and Y1-BS1 (27) adrenocortical cell lines, suggesting that SR-BI may be responsible, at least in part, for HDL CE-selective uptake and the provision of HDL cholesterol to the steroidogenic pathway. To test this hypothesis, a polyclonal antibody was raised to a proposed extracellular domain of mSR-BI (36) with the aim of interfering with HDL binding or otherwise disrupting SR-BI function. The Western blots in Fig. 1 show that 355 and 356 anti-mSR-BI IgG recognized an Ϸ82-kDa band in the postnuclear supernatant of ldlA[mSR-BI] cells, a stably transfected Chinese hamster ovary cell line expressing mSR-BI ( Fig.  1 C and D, lanes 1) (22) . The mobility of this band was identical to that of mSR-BI detected by a previously characterized anti-peptide antibody directed against the C terminus of the protein (22) (data not shown). In addition to the 82-kDa mSR-BI band, both 355 and 356 anti-mSR-BI IgG detected low levels of background bands, which were present at comparable levels in ldlA[mSR-BI] and Y1-BS1 cells (C and D) and in untransfected ldlA cells (data not shown). The background bands were not related to mSR-BI expression in transfected cells and were not altered by ACTH treatment in Y1-BS1 cells, indicating no functional relationship to the selective uptake process. Neither preimmune IgG (data not shown) nor nonimmune IgG from two other rabbits ( Fig. 1 A and B, lanes 1 Anti-mSR-BI IgG Inhibits DiI-HDL Uptake by ldlA[mSR-BI] Cells. We have previously shown that mSR-BI mediates selective uptake of the fluorescent lipid, DiI, from DiI-HDL (22) . To test the ability of the 356 antibody to disrupt SR-BI function, ldlA[mSR-BI] cells, which had been preincubated with increasing concentrations of 356 anti-SR-BI IgG, were exposed to DiI-HDL (10 g protein/ml), and the accumulation of DiI was measured by flow cytometry. The total IgG concentration in the incubation medium was held constant at 6 mg/ml and the proportion of 356 anti-SR-BI IgG and nonimmune IgG was varied. As shown in Fig. 2A, 356 antimSR-BI IgG inhibited the uptake of DiI-HDL in a dosedependent manner, reaching 85% inhibition at the highest concentration tested. Because a similar inhibition was produced with excess unlabeled HDL (400 g protein/ml) (Fig.  2B) , the 356 antibody appears to have blocked most of the high-affinity interactions between HDL and the ldlA[mSR-BI] cells. In addition, comparison of DiI-HDL uptake by ldlA[mSR-BI] cells incubated with or without 6 mg/ml nonimmune IgG (Fig. 2B) showed that IgG alone had no effect on DiI uptake. These results indicate that 356 anti-mSR-BI IgG effectively disrupts mSR-BI-mediated selective lipid uptake.
Anti (18, 33) . Fig. 3 shows the dependence on HDL concentration for selective CE uptake (A) and for cell association of HDL (B), with the data for each parameter expressed on the basis of HDL cholesterol. In each case, the experimentally measured values (circles) show an HDL concentration dependence indicative of both high-and low-affinity components. The high-affinity component was resolved as described, and is illustrated in Fig. 3  (triangles) . Based on the assumption that SR-BI would reflect the high-affinity component, antibody inhibition experiments were carried out at 10 g protein/ml HDL, a concentration at which 90% of the selective uptake is due to the high-affinity component. Note that as previously reported (4, 37) A and B) . The amount of HDL cholesterol accounted for by degraded apolipoprotein was even less (Ϸ1% of the selective CE uptake) (data not shown), illustrating that there was very little HDL apolipoprotein degradation. Fig. 4A shows that 356 anti-mSR-BI IgG caused a dosedependent decrease in HDL-selective CE uptake, which reached 70% inhibition of the total uptake (high plus low affinity) at the highest IgG concentration tested. In similar experiments with the lower titer anti-mSR-BI antibody, the maximum dose-dependent inhibition at 6 mg/ml 355 antimSR-BI IgG was 31% (data not shown). As shown in Fig. 4C , the addition of 6 mg/ml nonimmune IgG alone had no effect on HDL-selective CE uptake (open bars). In addition, when the Y1-BS1 cells were exposed to both [ 125 I, 3 H]hHDL 3 (10 g protein/ml) and a 50-fold excess of unlabeled HDL 3 , total selective uptake was reduced to 7% of control (Fig. 4C) . This result indicates that approximately 90% of the selective uptake at 10 g/ml HDL corresponded to the high-affinity component as predicted by the analysis in Fig. 3 . Thus, 356 anti-mSR-BI at a concentration of 6 mg/ml inhibited 75% of the highaffinity selective CE uptake. These data indicate that SR-BI is responsible for most of the high-affinity HDL-selective CE uptake in cultured adrenocortical cells. Fig. 4B shows that 356 anti-mSR-BI IgG caused a dosedependent decrease in cell association of HDL, which reached 50% inhibition at the highest IgG concentration tested. Nonimmune IgG alone had no effect on cell association of HDL, and excess unlabeled HDL reduced cell association of HDL by 85% (Fig. 4C) . Thus, approximately 57% of the high-affinity cell association of HDL was blocked by 356 anti-SR-BI IgG. Because most of the cell association of HDL is believed to reflect cell surface bound lipoprotein particles, this result suggests that 356 anti-mSR-BI inhibits HDL-selective CE uptake primarily by interfering with HDL binding to SR-BI. Interestingly, at all antibody or HDL concentrations examined (data not shown), the inhibition of binding was consistently less than the inhibition of selective uptake. This result may indicate either that there are multiple sites on SR-BI for HDL binding or that HDL may bind with high affinity to cell surface sites other than SR-BI.
Anti-mSR-BI IgG Inhibits the Delivery of HDL CE to the Steroidogenic Pathway. Having established that the antimSR-BI IgG blocks HDL binding to SR-BI and SR-BImediated selective lipid uptake, we used this blocking antibody to determine whether SR-BI is directly involved in providing substrate cholesterol to the steroidogenic pathway. In the presence and absence of the antibody, Y1-BS1 cells were exposed to [ 3 H]hHDL 3 particles containing [ 3 H]cholesteryl oleate, and the types and amounts of the secreted radiolabeled steroids were determined using HPLC. The HPLC absorbance profile in Fig. 5A shows that, as previously reported (34, 38) , there is one major steroid product of Y1 cells, 11␤,20␣-dihydroxy-4-pregnene-3-one (elution at 5 ml), as well as minor amounts of others, including 11␤-hydroxyprogesterone (elution at 6 ml). The profile of radiolabeled steroids produced by cells incubated with [ 3 H]hHDL 3 (Fig. 5B) was coincident with the absorbance profile. Both the mass of secreted steroids (A) and the radioactive steroids (B) were eliminated when the cells were incubated with aminoglutethimide, an inhibitor of steroid production that inhibits the p450 side-chain cleavage enzyme (39) (Fig. 5) . Using this assay, radiolabeled steroids secreted by Y1-BS1 cells in response to 25 g protein/ml [ 3 H]hHDL 3 were quantified in cells incubated with no antibody or with 6 mg/ml of either nonimmune IgG or 356 anti-SR-BI IgG. As shown in Table 1 , anti-mSR-BI IgG inhibited [ 3 H]steroid production by 67% versus control or nonimmune IgG (P Ͻ 0.0001), whereas H]rHDL at 5 g protein/ ml, whereas nonimmune IgG had no effect versus control (P Ͼ 0.15). These data indicate that SR-BI is responsible for the delivery of most of the HDL CE to the steroidogenic pathway in Y1-BS1 adrenocortical cells.
The selective uptake of HDL CE occurs in a variety of human and other mammalian cell types and appears to be an important pathway for the movement of plasma HDL CE into the liver, as well as steroidogenic cells. In rodents that lack plasma CE transfer protein, the selective uptake pathway is the predominant means by which plasma HDL CE is delivered to either the liver or steroidogenic cells (5, 7, 8) . In mice lacking apoA-I, CE accumulation in steroidogenic cells is dramatically reduced, and ACTH-stimulated corticosteroid production is blunted, illustrating the dependence of adrenocortical cells on the HDL-selective CE uptake pathway (16) . HDL tracer studies and kinetic modeling analysis suggest that the selective uptake of HDL CE also occurs in animals expressing high levels of CE transfer protein, although in that situation much of the HDL CE is thought to be transferred to LDL prior to hepatic clearance (10) .
Despite the widespread nature of the HDL CE-selective uptake pathway, little is known about the biochemical mechanism by which CE is transferred into the cell without the uptake and degradation of the HDL particle. Recent studies showing that mSR-BI mediates the selective uptake of HDL CE in transfected Chinese hamster ovary cells provide an important link between a defined-cell surface receptor and the selective uptake pathway (22) . Overexpression of mSR-BI in mouse liver in vivo enhances the clearance of HDL cholesterol from plasma (40) , whereas reduced expression of mSR-BI due to targeted mutagenesis in mice (Ϸ50% or 0% hepatic expression in heterozygous or homozygous mutants, respectively) results in increased HDL cholesterol in plasma (41) , suggesting that SR-BI is important for hepatic HDL metabolism (40) . The results of this study provide strong evidence that mSR-BI is an HDL receptor that provides substrate cholesterol for steroid hormone synthesis in adrenocortical cells. This conclusion is supported by the observation that SR-BI-deficient knockout mice have substantially reduced adrenal cholesterol stores (41) compared with normal controls. The high level of expression of SR-BI in the ovary and testis in mice and rats suggests that SR-BI may have this role in these tissues as well, although this remains to be tested. Interestingly, hSR-BI (CLA-1) (23) also has been shown to mediate HDL-selective CE uptake in transfected cells and to be expressed at high levels in the adrenal gland of humans (24) . This result raises the possibility that hSR-BI-mediated uptake of HDL CE may be a significant source of precursor cholesterol for steroid production in humans as it is in mice. However, additional studies will be required to evaluate the roles of SR-BI and the HDL CEselective uptake pathway in steroidogenic cells of humans and other species that transport most of their plasma cholesterol in LDL particles. (n ϭ 3) (n ϭ 3) (n ϭ 3)
*Differs from the control or nonimmune IgG, P Ͻ 0.0001.
